later a left sided empty direct inguinal hernia was found and repaired. The patient was returned to ambulatory treatment uneventfully.
Discussion
Although inguinal hernia during continuous ambulatory peritoneal dialysis is a recognised complication,' -3 a patient presenting with scrotal or labial oedema and no detectable cough impulse has not been described. Continuous ambulatory peritoneal dialysis is associated with intermittent abdominal distension and increased intra-abdominal pressure. In our patients presumably a small hernial sac was already present or formed as a result of increased pressure. During dialysis fluid entered the sac and then leaked out into surrounding tissues to form oedema as a result of increased hydrostatic pressure exceeding the osmotic pressure of the dialysate. Once dialysis stopped the oedema was rapidly reabsorbed.
Our experience suggests that scrotal or labial oedema is a sign of a small inguinal hernia which may not be clinically apparent and is an indication for early herniorrhaphy.
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Introduction
The cold pressor test, a reflex sympathetic alpha adrenergic receptor stimulus, increases coronary vascular resistance and reduces coronary blood flow in patients with coronary artery disease, presumably by coronary vasoconstriction. Simul-taneously it increases myocardial demands for oxygen by an increase in arterial blood pressure and heart rate and induces myocardial ischaemia in patients with coronary artery disease. In normal people, however, coronary blood flow is appropriately increased by the coronary vasodilatory reserve overriding the vasoconstrictor stimulus1 2 and myocardial ischaemia is not induced. Hence this simple stress test has been successfully used in the diagnosis of coronary artery disease by employing non-invasive methods designed to detect the responses of the ischaemic myocardium such as reduction of left ventricular ejection fraction3 and induction of abnormalities in wall motion.4
Increase of the left ventricular filling pressure is one of the earliest and most sensitive responses of the ischaemic myocardium and is observed before the onset of electrocardiographic ST depression or chest pain in stressed patients. 5 We employed an echophonocardiographic method6f 7 to assess the expected rise in filling pressure after cold stimulation. This method has been validated by our own work (B I B Seneviratne, A Morton, I Linton, paper read at third ASEAN congress of cardiology, 1980) and later work by others.8 9 Employing this method, we found that of our patients who subsequently underwent angiography, those with proved coronary artery disease invariably showed at least a 30% rise in filling pressure during the test. In contrast, none of our normal controls showed a rise of more than 5%'.
Subjects and methods
Controls-Fifteen healthy volunteers (mean age 40 9 years, range 17-60) were subjected to the cold pressor test. None had clinical evidence of coronary artery disease and all were normotensive and had normal echocardiograms.
Study group-Nineteen consecutive patients (mean age 58 8 years, range 34-70) being investigated for chest pain were subjected to the test in the week preceding angiography (see 
Results

CONTROLS
The controls showed a rise in heart rate and systolic blood pressure after cold stimulation. Left ventricular filling pressure either fell minimally, remained the same, or showed a small rise ( < 50,) ( fig 2) .
Discussion
Direct measurements of coronary sinus blood flow during the cold pressor test show that patients with coronary artery disease and angina of effort develop an inappropriate increase in coronary vascular resistance, a reflex mediated through alpha adrenergic receptors. The vasoconstriction in the face of the increasing myocardial demand for oxygen resulting from an increased heart rate and increased systolic blood pressure induced myocardial ischaemia in all patients. The normal response was an appropriate increase in coronary blood flow by reserve vasodilatory mechanisms overcoming the vasoconstrictor stimulus, mechanisms which were perhaps exhausted in the patient with coronary artery disease. ' On this basis cold stimulation has been successfully used to diagnose coronary artery disease by employing non-invasive methods to detect various responses of the ischaemic myocardium.3 Sowton's group, using cardiac gated blood pool studies, noted a consistent fall in left ventricular ejection fractions in patients with the disease.3 They found the test to be superior to dynamic supine exercise, isometric hand grip, and single lead exercise electrocardiography." Nanda's group, using two dimensional echocardiography after cold stimulation, recorded abnormalities of wall motion in 72% of patients with coronary artery disease and a fall in ejection fraction in all.4
The echophonocardiographic method we used to measure left ventricular filling pressure has been found by previous workers and ourselves to be an accurate and sensitive method to monitor acute changes in pressure, closely correlating with measurements obtained by Swan-Ganz catheterisation.68 In this study we found a rise in pressure of over 30%' in all cases of proved coronary artery disease, while normal controls had little (5%) or no rise. The rise was as pronounced in those with single vessel disease as in those with triple vessel disease, and there was no correlation between the rise in pressure and the resting left ventricular function, which was normal in most cases.
Our study was limited in so far as we had angiographic data only for patients with angina severe enough to warrant consideration for bypass surgery, and the sensitivity of cold pressor testing in patients with infrequent angina therefore 
